Mild Hyperparathyroidism in a Girl aged 10 Years 6 Months S C Latham MRCP (Institute ofChildHealth, Hammersmith Hospital, London)" D de G, girl born 19.1.58. West Indian History: This girl first complained of mild abdominal pain, occasional vomiting, and severe constipation at the age of 9. Her constipation was so unusual and severe that we estimated the plasma calcium, which was 12-0 mg/100 ml. Gradually all her symptoms resolved spontaneously and during the months before the exploration of her neck she felt well and her bowel actions were normal.
She had been given cod liver oil 500 i.u. daily but this was stopped three months after the onset of her symptoms.
Her parents and sisters were well and showed no biochemical abnormality. On examination her height remained on the 75th percentile throughout the period of observation. She was normotensive and there was no corneal calcification. Investigations: During eighteen months' observation there was sustained hypercalcwmia, mean value 12-4 mg/100 ml; low plasma inorganic phosphate, mean value 3-0 mg/100 ml; and very high urinary calcium, mean value 320 mg/100 ml. (Fanconi & Mieth 1967) , we have found only one other description of a child who had only moderate hypercalcwemia and neither radiological bone disease nor renal involvement. He was a boy of 154 found to be hypertensive at routine examination and subsequently to have a serum calcium of 13 mg/100 ml (Chaves-Carballo & Hayles 1966).
Considerable difficulty was experienced in establishing this diagnosis in the face of mild hypercalctmia that was initially suppressed by hydrocortisone. The diagnosis was supported first by the basal phosphate excretion index, which was raised when compared with normal girls of her age. Later a bone biopsy showed increased osteocytic osteolysis when compared with a post-mortem biopsy of a specimen from another girl of the same age. Finally, a repeat hydrocortisone suppression test failed to lower the plasma calcium. The value of these tests in childhood is discussed elsewhere (Latham et al. 1969) . Effective reduction of plasma homocystine has been variously achieved by combining a low methionine intake with supplemental cystine and a methyl donor -betaine or choline (Perry et al. 1968) or by independent oral administration of pyridoxine (Barber & Spaeth 1967) or folic acid (Carey et al. 1968) . Unfortunately, dietary treatment in our patient was not successful. The unpalatability of the food regimnen soon led to dietary indiscretions. The need for regular hospital attendances for plasma and urine monitor-
